tools, until 1972 whentheir production was halted in Japan. However, it is a little known fact that industrial products containing PCBstill exist in our environment at the present time. Additionally, little is knownabout the acute effect of PCBin the human body. Wedescribe an episode of acute poisoning by PCBreleased by the explosion of a capacitor in an electric light.
On March12, 1997, the explosion of a capacitor in an electric light occurred in the classroom of a senior high school in Tottori, Japan. This capacitor was made in 1972 and contained PCBas an insulator. During this accident, liquid PCBdropped downfrom the capacitor to the floor. Four male students were exposed to the PCBfumes and/or its degradation products during the few minutes it took to remove the liquid PCBfrom the floor. All students immediately developed symptoms such as headache, nausea, muscular weakness and ocular pain, and were admitted to the emergency ward of our hospital. Physical examination demonstrated that all patients showed mydriasis. Neurological examination elucidated that the light reflex was delayed in all patients. Furthermore, the visual evoked potential (VEP) was slower in all patients (Table 1) .
However, all patients had 20/20 vision. Results of routine laboratory examinations (that included creatine phosphokinase, lactate dehydrogenase, alanine aminotransferase and aspartate aminotransferase determinations) , chest roentgenography, electrocardiogram, echocardiography, and abdominal ultrasound showed no abnormalities. Computed tomography and magnetic resonance imaging also showed no abnormalities in the brain. Motor nerve conduction velocity (MCV)and sensory nerve conduction velocity (SCV) in the bilateral median nerve, MCV in the bilateral tibial nerve, and SCVin the bilateral sural nerve were normal. Analysis of cerebrospinal fluid was normal. Based on the above, wediagnosed their symptomsas acute poisoning from PCBreleased by the explosion of the capacitor in the electric light. The PCBfumes and/or its degradation products primarily injured the optic and oculomotor nerves. The students were hospitalized and kept quiet in bed without the administration of any other drugs. Fortunately, their symptoms improved. In 3 to 5 days after the exposure to the PCB, mydriasis and the delay of light reflex were improved. After 7 days postexposure to the fumes, visual evoked potential (VEP) was normalized in all patients (Table 1 ). Since they did not showany sequelae, the students were released from the hospital on March 23, 1997. lesions. However, it remains unclear if all of the subjects with
